KPTT and PT were increased when first measured and remained elevated until the patient was venesected. Three weeks after admission the platelets decreased to 175 000/,ul and the fibrin degradation products (FDP) were found to be increased at 80 ,ug/ml (normal 10 ,ug/ml). At this time, there was no clinical evidence of a deep vein thrombosis or any large thrombosis which might have elevated the FDP. These changes reversed spontaneously before therapy. The patient was treated by venesection of 1700 ml which decreased the h2emoglobin concentration and the h2matocrit. Although venesection was associated with an improvement of coagulation abnormalities, the platelet count remained high; it decreased only after 32p therapy when the coagulation factors remained normal and the hmmatocrit fell further to normal values.
Discussion
The serious symptoms of polycyth2emia rubra vera are thrombotic (Wetherley-Mein 1974) but paradoxically it may also present as a bleeding problem. Wasserman & Gilbert (1964) reported that hlemorrhage was the most common complication of surgery in patients with PRV. They also showed in another group of patients with PRV that there was a high incidence of certain coagulation abnormalities in addition to the well-known increase in platelet count, namely an increase in the number of untrapped red cells after clot retraction, a decrease in fibrinogen and an increased prothrombin time. These defects were found in our patient before venesection.
The cause for the hemorrhagic diathesis in PRV is not established. It has been suggested that the coagulation defects of PRV may be due to abnormal platelet function but in this patient the coagulation defect was not correlated with the platelet count which increased during venesection while coagulation defects were improving. The combination of abnormalities found in this case, namely the raised FDP, decrease in platelet count and reduction of clotting factors suggest that disseminated intravascular coagulation (DIC) may be a cause of the himorrhagic diathesis.
We postulate that hyperviscosity in PRV results in small vessel stagnation and DIC with consumption of clotting factors and platelets.
Venesection decreased the hematocrit and resulted in disappearance of the coagulation defects. Such an explanation could resolve the paradox of simultaneous thrombosis and haemorrhage in PRV. Presented in January 1971 complaining of pain and stiffness of his right thumb and index finger, with no acute episodes of arthritis. Examination showed thickening and deformity of the 2nd and 3rd metacarpophalangeal joints of the right hand.
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Investigations: Uric acid 500 ,umol/l, RA latex negative, Hb 15.6 g/dl, ESR 6 mm in 1 hour (Westergren). X-rays of hands showed cystic changes and loss of joint space of 2nd metacarpophalangeal joints of both hands ( Fig IA) .
A diagnosis of gout was made and treatment started with phenylbutazone and allopurinol. In March 1971 the patient had pain in his right big toe and X-rays showed cystic and degenerative changes of the metarsophalangeal joint. In March 1973 he required a left total hip replacement for progressive degenerative disease. No histological examination of the synovium was made.
By June 1973, despite regular therapy with allopurinol (resulting in a normal serum uric acid), the patient continued to be symptomstic. X-rays showed further deterioration with marked cystic changes and articular erosions of right and left 2nd and 3rd metacarpophalangeal joints.
Review in December 1974 revealed that the patient was a heavy drinker, taking at least i bottle of spirits daily for the last ten years, but little wine. ,tmol/l (normal 100-400).
X-rays of hands showed further deterioration (Fig IB, taken October 1975) . X-rays of knees showed chondrocalcinosis with loss of cartilage and erosions of. cartilage (Fig 2, taken October 1975) .
Needle synovial biopsy of knee showed fibrosis and thickening of the subsynovial stroma and stainable iron in the synovium. Liver biopsy showed micronodular cirrhosis, moderate fatty change and massive infiltration with iron, chiefly in the parenchymal cells, but also in the Kupffer cells. There was very little periportal iron and no definite stigmata of alcoholism. Family studies: Normal total iron-binding capacity and serum iron in son and one brother. Another brother not available.
Discussion
The differential diagnosis in this patient lies between idiopathic hmmochromatosis and alcoholic cirrhosis with heemosiderosis. The concept of h2mochromatosis has been challenged by some (McDonald 1961 (McDonald , 1963 but the evidence for a specific disease entity is based on the histology Fig 1 A, X- (Bothwell et al. 1965) , family studies (Powell 1964 (Powell , 1965 , iron absorption (Walters et al. 1975) and total body iron stores (Williams et al. 1967) . Patients with idiopathic hiemochromatosis often have a high alcohol intake, varying between 20 % and 70 % in different series. Possible explanations of these findings are that some alcoholic beverages may have a high iron content, e.g. wine (Mc-Donald 1963) , and that alcohol has been shown to enhance iron absorption from the gut (Charlton et al. 1964) . The arthritis associated with alcoholic cirrhosis does not have the same distribution as the arthritis found in the patient described (Huskisson & Hart 1975) . Hamilton et al. (1968) studied 32 patients with hiemochromatosis and found 16 with arthritis, of whom 10 had chondrocalcinosis. Two patients were studied at postmortem: deposits of calcium pyrophosphate were found in the joints but no iron. In other series of patients with hemochromatosis the incidence of arthritis was between 24 % and 70 %. The etiology of the arthritis is not clear, but it has been suggested that iron deposits in the joints actively inhibit pyrophosphatase. Williams et al. (1970) compared 42 cases of idiopathic chondrocalcinQs sis with 20 cases of hemochromatotic chondrocalcinosis. In the first group the arthritis had the distribution of osteoarthritis and the chondrocalcinosis was not always related to clinical arthritis; in the latter group, however, metacarpophalangeal joints were frequently affected and the chondrocalcinosis was always related to the arthritis. In 2 of 7 synovial biopsies in the latter group iron deposits were found.
In the patient described the liver biopsy is diagnostic of hemochromatosis. The arthritis is typical; iron has been demonstrated in the synovium and the biochemical changes are consistent with a diagnosis of idiopathic hkmochromatosis. Venesection therapy has been. started, and although Williams et al. (1969) failed to show that it helped the arthritis, the patient's hands are now almost pain free.
Traumatic Pancreatic Pseudocyst R W Hoile MB FRCS (for K W Reynolds MS FRCS) (Charing Cross Hospital, London W6 8RF) L A, man aged 27. Surveyor In January 1974 he sustained a fracture of the right fifth rib and a small pneumothorax in a head-on collision at 20-30 mph (9-13 m s-1). He was wearing a lap strap and diagonal safety belt at the time. During recovery on conservative treatment in Southend General Hospital he had considerable epigastric pain and repeated vomiting. A barium meal was normal.
In Februaryl974 he presented at Charing Cross Hospital complaining of epigastric pain, fullness after meals and weight loss. There was a visible smooth mass in the epigastrium on examination and a barium meal suggested an early pancreatic pseudocyst. Laboratory investigations were normal. No active therapy was advised at this stage.
In May 1975 he complained of inability to eat large meals or drink beer without discomfort and he had lost weight. The mass in the epigastrium was bigger and a barium meal confirmed the presence of a pancreatic pseudocyst (Fig 1) .
